Introduction
Hemifacial spasm is a unilateral, involuntary, irregular clonic contraction, frequently beginning in the orbicularis oculi muscle and spreading to the adjacent muscles. It may progress over time to a tonic contraction causing a sustained eye closure and facial grimace. The spasms are aggravated by stress, persist in sleep and may ultimately result in a mild progressive facial weakness (Janneta et al., 1977) . Hemifacial spasm may be cryptogenic with no known injury to the seventh cranial nerve, or may be post-paralytic following Bell's palsy or traumatic facial paresis (Ferguson, 1978) . Facial spasm has also been described in vascular abnormalities of the posterior fossa, encephalitis, Paget's disease, trauma and arachnoiditis (Eckman, Kramer and Altrocchi, 1971) . Recently, a mechanical compression of the facial nerve root exit zone at the brainstem has been emphasised as a major cause of hemifacial spasm (Maroon, 1978 
Discussion
This patient demonstrated clinical signs of hemifacial spasm and the cause was found to be tuberculous meningitis. This is a most unusual presentation of a basal meningitis.
The precise aetiology of hemifacial spasm remains unknown. Several workers have suggested that the spasms result from an irritation of the facial nerve somewhere along its extramedullary course (Janneta et al., 1977) ; others have postulated that the spasms originate in the nucleus of the facial nerve itself (Moldaver and Conley, 1980) , whereas some postulated a cortical origin (Moldaver and Conley, 1980) . Compression of the facial nerve root at its exit zone at the brainstem has recently been suggested to be vital for the development of the hemifacial spasms (Maroon, 1978; Janneta et al., 1977) . 
